Introduction
Yater, writing in 1931 on sarcoma of the heart, noted that it was remarkable how the neoplasm could become so extensive and the heart continue to function. The case now reported reinforces this point and demonstrates a number of clinical features of an infiltrative right ventricular tumour (Yater, 1931; Whorton, 1949; Harvey, 1968) .
Constitutional symptoms, which are so common in atrial myxomas, are usually absent in tumours of the right ventricle (Goodwin, 1968) ; the most striking clinical sign in a high right atrial pressure (Whorton, 1949; Goodwin, 1968; Harvey, 1968) . Non-specific ECG features develop when tumours invade the ventricular wall (Goodwin, 1968; Roberts, Bodey and Wertlake, 1968) . Intracardiac tumours can often be detected echocardiographically but with right ventricular tumours the diagnosis is readily missed on M-mode studies (Ports, Schiller and Strunk, 1977) . Angiocardiography is of key importance in excluding right atrial myxoma in any patient with unexplained right-sided heart failure (Goodwin, 1968) as providing direct evidence of the pericardial effusion which is not infrequent with cardiac sarcomas (Whorton, 1949; Prichard, 1951 (Fig. 3) (Yater, 1931; Whorton, 1949; Prichard, 1951; Goodwin, 1968; Harvey, 1968) . Metastatic tumours of the heart occur with approximately 20-40 times the frequency of primary growths (Prichard, 1951) . Carcinomatous metastases are more common than sarcomatous (Yater, great thickening of the walls and encroachment on the cavity, is more typical of sarcoma (Yater, 1931) .
Right atrial hypertension without evidence of pulmonary hypertension, pulmonary or tricuspid valvular disease, pericardial constriction or cardiac tamponade suggests the presence of a tumour within the right side of the heart. Right atrial myxoma often mimics the signs of tricuspid stenosis or constrictive pericarditis (Goodwin, 1968; Harvey, 1968) but such signs were not found in this patient and the sedimentation rate was normal. The clinical features are more readily explained by obstruction at ventricular level, a well documented consequence of an enlarging right ventricular tumour (Goldstein and Mahoney, 1966; Goodwin, 1968; Harvey, 1968; Selzer, Sakai and Popper, 1972; Chandraratna et al., 1977) . The marked but non-specific electrocardiographic abnormalities together with evidence of a pericardial effusion and no enlargement of the pulmonary arteries on the chest X-ray are expected concomitant features (Whorton, 1949; Prichard, 1951; Goodwin, 1968; Harvey, 1968; Roberts et al., 1968) . Echocardiography confirmed the presence of pericardial fluid (Horowitz et al., 1974) and the mass of dense echoes from the right side of the heart, although difficult to distinguish from artefact at the time of recording, presumably arose from the intracavitary tumour (Chandraratna et al., 1977; Ports et al., 1977) Cardiac catheterization with angiocardiography is the definitive investigation to establish the site and size of an intracardiac tumour and the associated haemodynamic disturbances (Goldstein and Mahoney, 1966; Goodwin, 1968; Harvey, 1968; Selzer et al., 1972; Chandraratna et al., 1977) .
Endomyocardial biopsy (Konno, Sekiguchi and Sakakibara, 1971; Brooksby et al., 1977) , though unsuccessful in this case, is potentially capable of securing tissue for histology but caution must be exercised in view of the possibility of tumour embolism, particularly with myxomas.
